Pseudomonas aeruginosa isolates from a 5-bed intensive care unit were fingerprinted with 26 pulsed-field gel electrophoresis and tested for aminoglycoside resistance genes aac(6′)-Ib, aac(3″)-IIa, ant(2″)-27 Ia, armA, rmtA, and rmtB and integrons and virulence genes/operons phzI, phzII, phzM, phzS, apr, lasB, plcH, plcN, 28 pilA, algD, toxA, exoS, exoT, exoY, and exoU. Two major clusters were identified (49 and 19 isolates), harbouring 29 aac(6′)-Ib, bla PSE-1 , and ant(3″)-Ia genes or ant(2″)-Ia gene, respectively, on a class I integron. Most virulence 30 genes except for exoU and pilA were found. Only 1 isolate of the minor cluster (8 isolates) and 1 of the 22 31 sporadic isolates carried integrons (without gene cassettes); virulence profile was highly variable. Comparing 32 the resistance and virulence patterns of endemic and sporadic isolates suggests that integron-borne 33 aminoglycoside resistance is more closely associated with the frequency than virulence. Consequently, 34 aminoglycoside usage may have played a role in maintenance of the endemic clones.
24
Amikacin 25 Altogether, 98 Pseudomonas aeruginosa isolates from a 5-bed intensive care unit were fingerprinted with 26 pulsed-field gel electrophoresis and tested for aminoglycoside resistance genes aac(6′)-Ib, aac(3″)-IIa, ant(2″)-27 Ia, armA, rmtA, and rmtB and integrons and virulence genes/operons phzI, phzII, phzM, phzS, apr, lasB, plcH, plcN, 28 pilA, algD, toxA, exoS, exoT, exoY, and exoU. Two major clusters were identified (49 and 19 isolates), harbouring 29 aac(6′)-Ib, bla PSE-1 , and ant(3″)-Ia genes or ant(2″)-Ia gene, respectively, on a class I integron. Most virulence 30 genes except for exoU and pilA were found. Only 1 isolate of the minor cluster (8 isolates) and 1 of the 22 31 sporadic isolates carried integrons (without gene cassettes); virulence profile was highly variable. Comparing 32 the resistance and virulence patterns of endemic and sporadic isolates suggests that integron-borne 33 aminoglycoside resistance is more closely associated with the frequency than virulence. Consequently, 34 aminoglycoside usage may have played a role in maintenance of the endemic clones. shown even in patients not meeting the criteria for VAP, but with high 52 burden of P. aeruginosa in the airways (Zhuo et al., 2008) .
53
While outbreaks of multiresistant P. aeruginosa cause significant 54 morbidity and mortality together with increased healthcare-associ-55 ated cost and are therefore readily investigated and reported, the 56 driving forces behind an endemic pattern are less well studied 57 (Deplano et al., 2005; Navon-Venezia et al., 2005; Sader et al., 1993 (Berra et al., 2010) .
81
The present work is concerned with the ecology of P.
82
aeruginosa in a non-outbreak situation, i.e., to find and describe sought for using the methods described by Frana et al. (2001) . aminoglycoside resistance genes were not detected in the cluster.
252
Except exoS, all virulence genes sought for were present. (Table 1) . Gentamicin was given to 3 patients only; by Bergmans et al. (1998) and Suarez et al. (2011) reported to be the major route for colonization earlier (Bergmans 327 et al., 1998; Boyer et al., 2011) .
328
It is also interesting that P. aeruginosa isolates of the same patient 329 isolated a few days apart were found to be genetically distinct. This strains (Ortega et al., 2004; Pirnay et al., 2003) . effector for host cells (Berra et al., 2010; Veesenmeyer et al., 2009 Suarez et al., 2011) . In accordance with the above assumption,
392
antibiotic usage was shown to be a risk factor for cross-transmission 393 in case of P. aeruginosa as well (Boyer et al., 2011) .
394
The present report shows a complex dynamics of P. aeruginosa, operating an inland student and researcher personal support system.
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